there was no effect on TmP per GFR because at 10 hours the data were based on nonfasting samples and serum phosphorous had returned to baseline levels by 21 hours. The rise in serum levels of 1,25-dihydroxyvitamin D is probably due to the direct stimulatory effect of calcitonin on renal 1α-hydroxylase. 3 Recently, Gooi et al. reported that osteocytes express the calcitonin receptor and respond to calcitonin with an increase in sclerostin production. 4 Since the primary source of FGF-23 is osteocytes, these findings imply that the decline in FGF-23 levels that we observed in patients with X-linked hypophosphatemia was due to the direct effect of calcitonin on osteocytes in this disease. Our study raises the possibility that calcitonin is a therapeutic option for patients with X-linked hypophosphatemia.
Increased 36-Week Survival with High Oxygen Saturation Target in Extremely Preterm Infants
To the Editor: Following advice from the Data Monitoring Committees (DMCs), recruitment to the U.K. and Australian Benefits of Oxygen Saturation Targeting (BOOST II) trials has closed early after a joint safety analysis showed higher survival rates at 36 weeks postmenstrual age in infants born at less than 28 weeks' of gestation and randomly assigned to oxygen saturation (SpO 2 ) targets of 91 to 95% rather than 85 to 89% while breathing supplemental oxygen. In 2010, outcomes at hospital discharge in the Study to Understand Prognoses and Preferences for Outcomes and Risks of Treatments (SUPPORT trial), a randomized trial comparing the same SpO 2 ranges among 1316 infants, were reported in the Journal. 1 Infants randomly assigned to the lower target of 85 to 89% had a lower risk of retinopathy of prematurity than did those in the higher target group (8.6% vs. 17.9%; relative risk, 0.52; 95% confidence interval [CI] , 0.37 to 0.73; P<0.001), but they also had a lower rate of survival to hospital discharge (mortality, 19.9% vs. 16.2%; relative risk, 1.27; 95% CI, 1.01 to 1.60; P = 0.04). The U.K., Australian, and New Zealand BOOST II trials were designed to compare SpO 2 targets of 85 to 89% versus 91 to 95%, with a primary outcome of survival without disability at 2 years corrected for gestation. A prospective meta-analysis of all the neonatal oxygen trials is planned. 2 After the results of SUPPORT were published, the DMCs of the other trials separately reviewed their interim data and found no reason to stop recruitment. 3 In the U.K. and Australian trials, infants have been managed with the use of Masimo oximeters similar to those used in the SUPPORT trial except that, by early 2009, all oximeters were fitted with a revised calibration algorithm. 4 Both the original and revised calibration algorithms perform within the recommended standards for accuracy, but the revised algorithm is associated with improved SpO 2 targeting, more closely resembles the calibration algorithms in other oximeters, 4 and is now the current standard algorithm in Masimo oximeters (see the Supplementary Appendix, available with the full text of this letter at NEJM.org).
In December 2010, a joint safety analysis of survival at 36 weeks' postmenstrual age was undertaken, pooling 2315 infants in the U.K., Australian, and New Zealand trials with the 1316 infants in the SUPPORT trial, 1 as provided for in the U.K. protocol. 5 Guidelines prespecified that investigators be told the results if the difference in 36-week survival between groups for all infants, or for those recruited after introducing the new calibration algorithm, exceeded 3 SE (equivalent to 99.73% CI, with P = 0.003). 5 Among all 3631 infants, those randomly assigned to an SpO 2 of 91 to 95% had a higher survival rate than those assigned to an SpO 2 of 85 to 89% (mortality, 17.3% vs. 14.4%; relative risk for survival associated with higher SpO 2 target, 1.21; 99.73% CI, 0.96 to 1.52; P = 0.015). Among the 1055 infants in the U.K. and Australian trials who were treated after the change in the calibration algorithm, survival differences were greater (mortality, 21.8% vs. 13.3%; relative risk for survival associated with higher SpO 2 target, 1.65; 99.73% CI, 1.09 to 2.49; P<0.001; test for interaction for pooled comparisons of old vs. new algorithm, P = 0.006) (Fig. 1) . The DMCs reported these results to the trial steering groups. Because of the findings in the 1055 infants on the new algorithm, both trials closed recruitment. Detailed reports on outcomes up to the time of hospital discharge are planned.
Targeting neonatal SpO 2 is imprecise. (page 40), the fourth sentence should have begun, "The two other missense mutations . . . ," rather than, "The three other missense mutations . . . ," and the fifth sentence should have read, "None of these additional patients with G6PC3 mutations had mutations in ELA2 or HAX1, with the exception of a monoallelic genetic variant in HAX1 (p.Val172Ile) in Patient 10. Monoallelic mutations in HAX1 have never been associated with congenital neutropenia. Therefore, these three genetic defects represent distinct variants of severe congenital neutropenia," rather than, "None of these additional patients with G6PC3 mutations had mutations in ELA2 or HAX1, a finding suggesting that these three genetic defects are distinct variants of severe congenital neutropenia." The article is correct at NEJM.org. 
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